Introduction

31
Intracranial aneurysms are on average asymptomatic until the moment of rupture. Intracranial 32 hemorrhage caused by aneurysm rupture occurs in almost 10% [1, 2] . However, the presence of 33 cerebral aneurysms is much more common and ranges between 3.6-9% depending on the series [3-2 increased perfusion load in certain parts [11, 12] . This plays a key role in understanding the 46 hemodynamic mechanism for the creation and rupture of cerebral aneurysms. 
52
Material and methods
53
The presence of morphological variations in the blood vessels of the base of the brain was 54 monitoredin two groups of subjects. The first group was made up of 114 patients who underwent 55 surgical treatment for ruptured aneurysmal changes in the cerebral blood vessels. The second 56 group was formed from 56 subjects who were subjected to autopsy after a fatal outcome that was 57 not caused by hemorrhagic intracranial disease.
58
The subjects in the first group were subjected to MSCT and angiographic imaging of the 
69
The second group consisted of subjects who underwent clinical or postmortem autopsy and 70 who did not die due to some intracranial haemorrhagic disease. The subjects were selected by 71 random sample method. During the autopsy, the brain was taken out from the cranial fossa 72 together with the blood vessels of the base of the skull using a precise technique, and those at the 73 entrance to the cranial cavity were resected. By precise preparation all blood vessels were separated All the findings were numerically processed, tabulated and subjected to statistical analysis of the existing differences between the groups. Student's t-test was used (if there was a normal distribution of frequencies within the group) or non-parametric Mann-Whitney Rank Sum Test, if the frequency distribution was unequal. A p-value of <0.05 was selected as statistically significant.
patients. Of these, 9(16%) findings were with asymmetry due to changes in the anterior segment of 113 the autopsied patients, while in surgically treated subjects the asymmetry of the anterior segment 114 was found in 50 (43.9%) cases. The incidence of asymmetry in the group with multiple aneurysms is 
125
In the group of surgically treated patients there were 23 (20.2%) changes in the posterior 126 segment in terms of unilateral hypoplasia or fetal type PCoA, and 6 (10.8%) changes in the posterior 
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The presence of asymmetric Type B is significantly higher in the group of surgically treated 147 patients with solitary aneurysms (p=0.017). A statistically significant presence of asymmetric Type B
148
compared to the group of autopsied subjects was seen by observing the entire group of patients 
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In the group of patients with multiple aneurysms there was a greater presence of asymmetric
155
Type B than in the group with solitary aneurysms, but without statistical significance (Table4,5).
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The presence of asymmetric type B in the group of patients operated on was observed in 50
157
(43.9%) patients. Of these, 31 (62%) patients were with right-sided hypoplasia of the A1 segment,
158
and 19 (38%) with left-sided A1 hypoplasia. Thirty-six (72%) ruptured aneurysms which were 159 associated with hypoplasia of the A1 segment were localized on the ACoA. If we consider only the 160 correlation between A1 hypoplasia and rupture of the aneurysm on AcoA, it can be seen that 70%
161
of cases show the presence of right-sided hypoplasia (Table 6) 
